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FEEEFS ASS)>20 S M EAGEE 4N RE KBUKTA (B4R E 4~6 mmol /LR ¥ M KT A
(BFR M E<<11. 1 mmol/L). & HITEABKN RABGE 2.4.6 F1 8 d B M 8 kil 40 W) il V8 S R R B
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[ Abstract ] Objective To investigate the influence of intensive insulin therapy on serum

immunoglobulin (Ig), complement levels and phagocytosis of monocytes in patients with severe trauma.
Methods Severe injuried patients with injury severity score (ISS) > 20 in surgical intensive care unit
(ICU) were randomly divided into two groups, intensive insulin therapy and conventional therapy. Blood
glucose levels in intensive insulin therapy and conventional therapy groups were maintained at 4 —~ 6 mmol/L
and <11.1 mmol/L, respectively. Blood samples were obtained on 0, 2, 4, 6 and 8 days after admission.
Dynamic changes of immunological parameters including serum IgA, IgG, IgM, complements (C3, C4)
levels were determined in each group at various intervals following trauma. Phagocytosis of monocytes was
also measured by use of phagotest kits after blood cells were incubated with fluorescin isothiocyanate
(FITC)- labeled E. coli in a heated water bath at 37 C. Results Serum IgA, IgG, IgM, C3 and C4 levels
were low in two groups at admission, and elevated after treatment with recovery to normal range on
6 — 8 days. Serum C3 and C4 levels in intensive insulin therapy group were much lower than those in
conventional therapy group (both P < 0.05) with delayed recovery to normal range. There were no
significant differences in serum IgA, IgG and IgM levels between two groups (all P>>0. 05). For the patients
with intensive insulin therapy, phagocytosis of monocytes was markedly enhanced on 4 and 6 days compared
with those at admission (both P<(0.05), and E. coli ~ FITC positive rates were significantly higher than
those with conventional therapy on 2, 4 and 6 days after admission (all P<{0. 05). Conclusion Intensive
insulin therapy can markedly improve immune function and enhance phagocytosis of monocytes, which might
be used as one of effective methods to increase the host defense ability in traumatic patients.
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FEAGSRFRAERIENREETSHA
EBEA R, EERES RBRIGIT R B A 8k
SRR BT BOR MR TEE Y CREUBR S B3
SEGROBEE R AR B EREBTAIRER
MAEERFETEZKE, MEAERGRKSEH
BEEZ MR EEEE G 4~6.1 mmol/L). FA]
AT X b A R AT R S R IR AR T S LTS
REEFRE B 5 FMEK AR {L, DL K X A1 I B A 4
HAKBHFEBNEBEINER, EEEITES X
SBALIGIT X HLR R T BE VR .

1 #ARESFHE

1.1 —ME%HR . %3 2003 4E 1 A—2005 45 A%
Bt 2 B O S BEEE BN R IG TR 5 (ICUD M &2 4
BICU.ESH . EXEFEXR¥ANEKAG
BURERTHE=ZARERZZEBOAN™EL G
B 64 Bl AR ORI EEITFSASS)>
20 4y @2 3 KILBEE Y >9 mmol/L. R
PLECXT R 4 KB b IT A S E MK 4, 54
2 HBE. BXRMG OISS HHE 6 FLAN, B E
1 45 (ISS X 3 418 £ ) @ R A s @ &2
EHESEEEERI S RLE I (APACHED)
SEZ 1045 UNOERE 10 FUA;OKEE
10kg Pl ;OMBELRERK S HMBHERKL, &
KELEBRBESN .

1.2 BERBUBTHAR BUBTHBREEAK
FEIFLEBRER EEBER. S THES R
50 U A ## K50 ml; Rt RAGBEEGATRE S
Bk 25 B BB B IERIT P RAERNIKILYE.
MEBESERARE 2~4 U/h, HiR M EE 4~
6 mmol /L, #5 $f% L ¥5 I ) 16 i) A% 1k BB B 08 15 B 5
KRARY, MG I A& Kk =6 &
11. 1 mmol/LUATF . Br & e & ERE WA 1. BRiRk

T T 56 B B b W AR Sh, IR W ISR 4 h
REE, MAERASKEETRPOBK HABRERE
ZHERAENBHEERRFDBIKEF X
1.3 MERBEREA.FMEKKEN . 7€ 85 ABat
RIWEIr)G 2.4.6.8d S HIMERBIKIL 2 ml, BLO G
4y B8 I TE » FRERCST 3o B R R

1.4 SR 40 IS B RE TR . 7E AR E ABERT RIBST
JG 2.4.6 F18d 4 BIMCERR KL 2 ml, FETIE, &
O JETEST B 40 B 4 P il A5 & ) RPMI1640
BEBR RGBASIBIEH. B 200 pl 8Bk i/
RPMI1640, 4 51 m 2] 9 8.0 B, B H 100 pl,
0 CTF ¥ 10 min J5, MA 20 ul R AEBRKE N
EFITORARICH KGITE, , TSRS . BT
R RS VKA 10 min, B FHKE I E A 37 CK
B 10 min; BMREFRGF O CTRILBE, 2
FIMA 100 pl 0 CEBRE, RS, ZERAMIH
FRNETR; A 3 ml PR, 3t 2 1K;500X ¢ B
L4 min, F FHEBLIMA 2 ml IBRE, SR8
B 20 min;500X g B4 4 min, F L 7E W, N3 mlk
VEH, BEHR 1 1K m 200 pl DNA 3% €5 %, LA 8 5 40
MOk 40 B B B, 60 min Py FH R 40 B LU I
1.5 GH¥0H - BEUHBLHEREE @LHE
/N B Stata8. 0 it BF A RILLER At BB,
XF A [R5 AL Y8 57 B3 1] CH BB IG T 4y A B B [8]) SR A
AU ATERHTEERFESN,P<
0.05 HERAZIT¥E X,
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2.1 BSEBRNKEITEMERERED FMEKFE
(R D . HARE LT IgA.1gG.IgM # C3.C4
K PIEN BB B BAR W IT IR T B4 A+ & FRHE 6~
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Table 1 Change of serum immunoglobulin and complement levels in two groups (x£s) g/L
AR B [6] BB HD IgA IgG IgM C3 C4
BMALEITH ABEHt 32 0.98+0.19 6.4711. 44 0. 5540. 23 1. 04+0. 16 0.2010. 05
%frad 32 1.9410. 25 8.98+2.05 0.8310.39 1.03+0.24* 0.21%0.07
BIrad 32 2.171+0. 28 11.404+2.79 1.4710. 24 1.0710.19* 0.2010.11*
“Ired 32 2.65+0. 34 10.48+3. 04 1.1910. 30 1.111+0.30" 0.2240.07*
%{fr 8d 32 2.35+0. 50 11.2242. 33 1.2110. 36 1.39%0. 27 0.2940.17
WHIRTH ABH 32 1.1140.23 6.01+2.01 0.56+0.19 1.084:0. 29 0.1940. 14
Horad 32 2.0210. 38 7.99+1.44 0.84+40.42 1.27+0. 18 0.26+0.09
BIrad 32 2.181+0. 45 11.5013. 66 1.3410. 46 1.39+0. 27 0.27+0.14
%Ired 32 2.54+0. 41 11.214+1.99 1.36+0. 25 1.41%0. 36 0.34+0.12
%Ir8d 32 2.49+0. 33 11.30+2.93 1.231+0.21 1.4610. 24 0.33+0.10
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Table 2 Comparison of FITC - labeled E. coli bacteria —

to — cell ratios of monocytes in two groups

45 PR AR %R 2d HFed ¥BF6d  %red

JALWITAH 32 20.37% 24.71% * 25.64% * #27.79% * # 23.63%
HR¥ITA 32 21.05% 18.14% 19.77% 19.50%  21.43%
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Figure 1 Change of FITC — labeled E. coli bacteria-to-cell

ratios of monocytes at different time points in two groups
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